Introduction
Thoracic aortic diseases include degenerative, structural, acquired, genetic-based, and traumatic diseases of the aorta and aortic aneurysm (AA) is the main part of this conundrum whose diagnosis is made easily with transthoracic echocardiographic (TTE) study [1] , [2] . AA had a complicated pathogenetic process with the degenerative formation and diminished significant aortic distensibility also with substantially increased of aortic wall stress and stiffness which has been demonstrated as a predictor risk factor of increased cardiovascular disease and arrhythmic events [3] , [4] , [5] . Although there are several case reports about disorders of atrioventricular conductivity in AA with dissection complications, however there is not enough knowledge about arrhythmic disorders in patients with AA without rupture or dissection in the literature [6] , [7] . On surface Electrocardiography (ECG) image T wave is inscribed by a sum of opposite voltage gradients in three different cell layers (Epicardial, M and endocardial cells) in the ventricular wall. TpeakTend (Tp-Te) interval has been considering a measure of transmural dispersion of repolarization (TDR) and prolongation of Tp-Te (≥ 100 milliseconds [ms]) as well as QTc, QT and Tp-Te/QT ratio have been found of risk factors to develop cardiac arrhythmia especially ventricular arrhythmia (VA) and sudden cardiac death (SCD) in various cardiac disease also with normal healthy individuals [8] , [9] , https://www.id-press.eu/mjms/index [10] , [11] , [12] , [13] , [14] . Fragmented QRS (fQRS) is another important novel ECG risk predictor for electromechanical dyssynchrony, VA, SCD and poor prognosis in patients with HF and hypertrophic cardiomyopathy [15] , [16] . So this study aimed to determine if mainly Tp-Te interval and other indices of TDR like QT, QTp, Tp-Te/QT and fQRS are significantly different in patients with AA compared to the healthy control group.
The study was completed between March 2017 and January 2018 with totally 173 patients. Ninety-eight patients with AA and 75 normal healthy persons were included. Baseline characteristics and history of diseases including of diabetes mellitus (DM), hypertension (HT), coronary artery disease (CAD) and as well as being on any treatment or diet were assessed at baseline. AA was evaluated according to previous guidelines with the upper limit of normal ascending aorta diameter was accepted 39 millimetres (mm) [1] , [2] . Patients with prior pacemaker implantation, cancer, other major illnesses, abnormal thyroid function test, abnormal electrolyte values and on antiarrhythmic drug treatment due to may affect ECG images so make changes on T wave measurements were excluded.
Approval of the Ethics Committee
The study protocol was approved by the Ethics committee at AfyonKocatepe University, and informed consent was obtained from each patient.
ECG
All ECGs were recorded using a General Electric MAC 5000 (GE Healthcare, Milwaukee, WI, USA). All 12-lead ECGs were recorded at 25 mm/s with standard lead positions. After magnification by 200%, all indices were measured. To eliminate both interobserver variability and bias, all measurements were measured by a single observer who was blinded to all clinical findings. QT intervals were taken to be from the onset of the QRS complex to the end of the T wave. The Tp-Te interval was defined as the interval from the peak of the T wave to the end of T wave [17] . Q-Tpeak (QTp) was measured from the onset of QRS to the peak of the T wave ( Figure 1 ). The Tp-Te value reported was the average value of obtained in all precordial leads. The Tp-Te/QT ratio was calculated as the ratio of Tp-Te in that lead to the corresponding QT interval. Other novel indices were described as STend (S-Te) interval and S-Tpeak interval (S-Tp). S-Te and S-Tp were measured from nadir of S wave to peak of T wave and end of T wave in precordial limbs. Bazett's formula (n/RR) was applied to all the indices to find heart rate corrected form (c: heart rate corrected) [18] . [17] fQRS included various RSR patterns and was defined by the presence of an additional R wave (R prime), a notch in the nadir of the S wave, notch of the R wave, or the presence of more than one R prime (fragmentation) in two contiguous leads corresponding to a major myocardial segment [15] .
Echocardiography
A Vivid 5 pro echocardiographic unit (GE, USA) with 3.5 MHz probe was used. The echocardiographic study was performed in standard position and standard measurements (M-mode, twodimensional and Doppler echocardiography), were performed and/or reviewed by experienced staff cardiologists, compliant with the recommendation of the American Society of Echocardiography. Mitral inflow was determined by continuous and pulse wave Doppler echocardiography at the tips of the mitral leaflets. Early diastolic mitral peak flow velocity (E), late diastolic mitral peak flow velocity (A), E/A ratio were measured. Left ventricular diastolic dysfunction (LVD-Dys) was defined as a mitral continuous-wave (CW) Doppler E < A as stated in previous guidelines [19] , [20] .
Statistical analysis
Continuous variables were expressed as mean ± SD (Standard deviation), and categorical variables were presented as frequencies (%, per cent). Continuous and categorical measures were compared with t-tests or 2 statistics, as appropriated. For correlations, appropriate calculations were done. A p value < 0.05 was accepted as a statistically significant. All analyses were performed using SPSS Version 16.0 (SPSS Inc. Chicago, IL, USA).
Results
A group of 173 patients were included in our study (98 patients with AA and 75 patients in the control group). Some of the baseline features were displayed in Table 1 and 2. Mean ± SD 10 ± 1. Many baseline parameters were found to be significantly different in AA group comparing to control group except LDL cholesterol (LDL-chol) and pulse rate (for LDL-chol P = 0.178; for pulse rate P = 0.610 and all others P < 0.05). Mean ascending Ao-D was found 41.8 ± 3.0 mm in the AA group and 27.8 ± 3.2 mm in the control group (P < 0.0001). : Independent samples non-parametric Mann-Whitney U test. ¥ :P < 0.05 is accepted statistically significant. SD: Standard deviation, ms: millisecond, RR: Measurement between two consequent R wave interval. PR: Measurement between the beginning of P wave to beginning to Q wave. c: Heart rate-corrected form with Bazett's formula (n/RR), min: minimum, max: maximum.
Significantly differences were found to be between groups for posterior wall (PW) and left atrium diameter (LA), QT time and mitral E < A or E > A (for all P < 0.05), but not for right atrium (RA), right ventricular (RV) dimensions, P-time, QRS-time and T time (all P > 0.05). For TDR, significant differences were found to be between groups for QTc, QTpc, TpTe/QT, Tp-Te/QTc, Tp-Tec/QTc (for all P < 0.05) except QTp, Tp-Tec and Tp-Te (for all P > 0.05 in Table 3 ). * : Chi-Square test. S-Tp: Measurement from nadir S wave to T peak. S-Te: Measurement from nadir S wave to T end. fQRS: Fragmented QRS. SD: Standard deviation, ms: millisecond, c: Heart rate-corrected form with Bazett's formula (n/RR), min: minimum, max: maximum. https://www.id-press.eu/mjms/index When considering all patients with Tp-Te interval ≥ 100 ms, there wasn't any difference between groups (P = 0.382). Significant differences were also found to be between groups for S-Tp, STpc, S-Teand S-Tec and fQRS (for all P < 0.05 in Table 4 , and Figure 2 ).
In correlation analysis, Ao-D was found to have a positive correlation with QTc, QTpc, S-Tp, STpc, S-Te, S-Tec and fQRS (for all P < 0.05 in Table  5 ). However negative correlation was found with TpTe/QT (r = -0.158; P = 0.047).
Figure 2: Comparing of indices of TDR
To determine the best cut-off, point of Ao-D for prediction of Tp-Te ≥ 100 ms, analysis of ROC (Receiver Operating Characteristics) curves demonstrated cut-off level of Ao-Dwas to be determined > 43.5 mm with the area under the curve (AUC) was 0,69 (P = 0.151) and sensitivity 60%, specificity 79.6%.
Discussion
A histopathological feature of AA is based on degeneration of medial muscular (consisting of main proteins of collagen and elastin) layer of vessel wall [21] . Pathogenesis of AA includes aortic wall degeneration which has passive lumen dilation and active dynamic remodelling and stiffness of aorta also plays a major role as a contributor risk factor in this pathogenetic process as well as being a result of the progress of AA [22] . Aortic stiffness with other risk factors of AA has been accepted as a risk factor for increased major cardiovascular events and some arrhythmia [4] , [5] . Some reports have been published about arrhythmic consequences of aortic disease especially acute aortic dissection [6] , [7] . However, there is limited information about arrhythmic events and disorders in patients with AA without dissection. TDR within the ventricular myocardium has been suggested due to three electrophysiologically different cells, endocardial, epicardial and M cells [23] . The peak of the T-wave was shown to coincide with epicardial repolarisation and the end of the T-wave with repolarisation of the M cells so that Tp-e provides a measure of TDR [24] . Prolongation of indices of TDR like QTc, QTp, Tp-Te, Tp-Tec interval and TpTe/QT ratio has been suggested to provide of indexes of TDR and supposed to be risk factor of VA in various clinical scenarios like patients with Brugada syndrome (BS), hypertrophic cardiomyopathy, myocardial infarction with ST-Segment elevation and HF with low ejection fraction [12] , [13] , [14] , [25] , [26] , [27] , [28] . In these studies, various cut-off levels for Tp-Te values ≥ 100 ms have been proposed to predict the adverse outcome [27] . In our study mean ascending Ao-D was found higher in AA group (P < 0.0001). As the main part of our study, we found the significant differences between groups for indices of TDR like QTc, QTpc, Tp-Te/QT ratio, Tp-Te/QTc ratio and Tp-Tec/QTc ratio except for QTp, Tp-Tec. Interestingly, the mean Tp-Te interval was not found to be different between groups (P = 0.111). When considering to all patients with Tp-Te ≥ 100 ms, there wasn't any difference between groups (P > 0.05). Newer indices S-Tp, S-Tpc, S-Te, S-Tec and fQRS were found to be significantly different (for all P < 0.05). In correlation analysis, Ao-D was found to have a positive important correlation with QTc, QTpc, S-Tp, S-Tpc, S-Te, S-Tec and fQRS (all for P < 0,05) and negative correlation with Tp-Te/QT ratio (P = 0.047). To determine the best cut-off level of Ao-D for Tp-Te ≥ 100 ms interval, ROC (Receiver Operating Characteristics) curves demonstrated cut-off level > 43.5 mm with the area under the curve (AUC) was 0.69 (P = 0.151) and sensitivity 60%, specificity 79.6%.
Limitations: There are some important limitations to this study. This study was a crosssectional study, and these findings need to further evaluate in a cohort study to find the importance of these indices for prediction of cardiovascular outcomes.
In conclusion, although our study did not find any differences for mean Tp-Te interval between groups many of other incidents of TDR were found to be significantly different. Ao-D was found to have significant correlations with many indices. Their clinical usages for prediction of adverse outcomes are needed to be assessed in the future.
